In the originally published version of this article, the authors concluded that the observed effects of SOD1 mutation were elicited in adult cells only. This statement was meant to summarize the results of this article. In light of other studies that have examined the morphology of motor neurons at early post-natal stages, the text referring to the effects of mutant SOD1 expression in adult cells has been modified. An expanded discussion and references have also been added to the manuscript. Specifically, these sentences:
''Enhanced regeneration of mutant SOD1 motor neurons only occurs in adult cells and is independent of ALS onset.'' ''Increased outgrowth only occurs in adult neurons and is independent of ALS symptoms.'' '' Figure 2 . Enhanced outgrowth and branching of adult motor neurons from mutant SOD1 mice is specific to adult cells and independent of ALS onset.'' now read ''Enhanced regeneration of adult mutant SOD1 motor neurons is independent of ALS onset.'' ''Increased outgrowth in adult motor neurons is independent of ALS symptoms.'' '' Figure 2 . Enhanced outgrowth and branching of adult motor neurons from mutant SOD1 mice is independent of ALS onset.''
The sentence ''In fact, the enhanced outgrowth and branching phenotypes only becomes apparent after the mouse is two months old ( Figure 2D ).'' has been deleted. Finally, the authors have expanded the discussion and added the references reported below.
''In this study, we do not see a difference in the outgrowth and branching of cultured G93A-DL embryonic or P30 motor neurons (Figures 2A-2D ). The enhanced outgrowth phenotype was observed in motor neurons cultured from mice at P60 or older ( Figures 2C and 2D ). Contrary to our findings in adult cells, most previous studies have shown that mutant SOD1 expression has an inhibitory effect on neurite outgrowth in embryonic and stem-cell-derived motor neurons (Azzouz et al., 2000; Bhinge et al., 2017; Karumbayaram et al., 2009; Lemmens et al., 2007) . An exception to this would be an in vivo tracing analysis of early postnatal (P3-9) lumbar motor neurons in the G85R mouse, where an increase in the length and branching of dendritic processes was observed (Amendola et al., 2007; Filipchuk and Durand, 2012) . However, these results did not translate to the G93A mouse model, where dendritic arborization of lumbar motor neurons was reduced at E17.5 (Martin et al., 2013) and unaltered in mice at P8-15 (Fogarty et al., 2017) . Our analysis of G85R-het motor neurons showing increased neurite outgrowth and branching was only performed on mice that were 5 months old (Figures 2E and 2F ) and we did not examine earlier timepoints as we had with G93A-DL motor neurons ( Figures 2C and 2D) . In vivo tracing is often done on very small (5) groups of cells (Amendola et al., 2007) , and results can vary depending on the region of the spinal cord where the analysis is being performed (Fogarty et al., 2017) . To enhance the rigor of our findings from our in vitro neurite outgrowth/branching analysis, we analyze approximately 40-120 cells/condition and culture neurons from the entire spinal cord. Another significant difference between this work and in vivo tracing studies is that they measure development and maintenance of the neuron's existing branch structure, whereas we are measuring the regrowth of these processes after they are severed. Previous studies examining the ability of adult motor neurons to regenerate after injury in G93A models have shown both increased (Sharp et al., 2018) and decreased (Schram et al., 2019) regeneration. Consequently, additional experiments are needed before we can determine how our results showing that G93A expression enhances in vitro regeneration (Figures 1, 2, and 3) translate to the more complex, three-dimensional environment in vivo.''
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